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Familial hypercholesterolemia and vulnerability of coronary plaque in

patients with coronary artery disease
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[F5a

SHeMEE o L 25 10—/ LILSE (familial hypercholesterolemia : FH) D BE 1%, EEIARE
BOY RZNIEFIZENEEDPNTWS, FH OEEITHARNOEWLDL 2L AT 1
— )1 (low density lipoprotein-cholesterol : LDL-C) MJiE% 23 572, FH B&FDOEMEE
EFEROREERIT. JFFHARELV LEV, LL, FHEREEOEIIRT 7 —7 OFF
MREBMIIEERATHD,

[B®]

KO BEE, TEIRNEGZEOT TRbEWERSMEELZA T 5 OCT Z AW

T, FHEEZFOFEBIR TS 7 — 7 OFHERAOLNITH T L TH D,
(7]

2016 46 A 1 A»5 20194E3 A 31 HEX TOM. %4 TOCT Z AWV TELREDTE
RS T — 7 2B LB 569 L EMENRBEL Lz, BB 7 —7 OF#E% FH
BB L JEFH BE T L 72,

[FER]

384 (6.7%) MEBEMNFH LB Sz, BEIARRAEDOIALIL, FH # TiLIE FH &
LHE L CETHMBEDRENEEILE > T2, BEEREOE X FHBEO S 3 FE FH
BI D LERIE o, v r—UNER LT T —7 OFREIL. FHEDT
NIEFHEEL Y L ZVMERNS RGN (50.0 vs. 34.7%., p=0.056) 73, &V FAEMHIR
%% 4577 a— (thin-cap fibroatheroma : TCFA) % &irZ DMDARRETS T — 7 D
HiFEIT. FH BE LI EFH BEOR CTRBE Th o7, FHETIL, LDL-CED EFIZ
e, BB S —2 (p=0.028) & TCFA (p=0.003) OFFRFENFEITHEM LT,

[Fm

FH B#3, JEFFHAE LB L T, BEREENREL . REET 7 —7 OFREIC

FpE I o Tm, FHBFE T, LDL-C DENREWIEE, REES T —7 DFFR
BED- T,
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1. FFim

FWEMEE 2V A5 v —/ VIJE (familial hypercholesterolemia: FH) (. /% LDL = L A7
7 —/1 (low density lipoprotein-cholesterol: LDL-C) MfE, fi - FZfEHAMRE, RREIETED
IRREE 3 T L T 5 F A REEEER TH S, FH BEFIIHAER) L&V LDL-C M
EXETA7-0[1]. BBAREEDO Y 27 BEFICHEL . BMHEERR (acute coronary
syndrome: ACS) DREFHIT, JE FH BE LV bHE V2], ThE TOEBIREERE
Bk CT 2 & AFFZETIE. FH BEIISEFREN L EEBRIITHENR SN &
MR, BMESNTVBB4]. S5IT, WL 2o NERZE 2 AV TiL, FH
BEIIREETT— I 2 S BALTNDZENTREEINTND[S5][6]. LML, FHEE
OFERT T — 7 ORI STV, RO BRI, SERNERZE
DO TR EWERSMERE L AT 5 It T (optical coherence tomography: OCT)
ZRVWT, FHBEORBIRY 7 — 2 OFMLBHEALNCT L2 ETH D,

2. Hik
2-1. R}

ARFZE I AR A X BB TH D, 2016 5 6 A D 20194 3 A O, dLEX
el TR R EENRA L Z —~ 3 3 > (percutaneous coronary intervention: PCI) % i
L= 113768105 B, OCT & AW TEEREDOHEERT 7 — 7 2818 L7z 672 24
H L7, 84 il AT NNESRZER. 19 FlOERRREFZRSN L, &5 569 il
FRAT & LTz, ARFFRIZ~LY X EEICAI- TEM I, 71 b a—WIdE B KRR
REEELDOEREST,

2-2. EHE

FH O2WHE. 2017 £ A RBARBE(LFZE T A R T A VRICESE T2 (K2). IFE
& T PNARATO LDL-C [EIXFBED LT 2 HIRE S, WARRTO LDL-C [EARHDE;
&%, PCI#TH® LDL-C {E& AV /=, 7% L AfEE (Achilles tendon thickness: ATT) |
X BEEAIE S CIE L7 GERER 1), ATT ORIEIX—MKMER & FMf&RIC X DRE
LT Iimm OBRENRD D EHRESNTVD[8]l, ZDOTORMETIX, 7TF L AREND
Imm ZB|WEERImm L EZ, TXFLVAREEH Y L EE L, FEEDL, 28H%EA
T FH BIWEHIIERMEFENRER (B 55 Mok, &M 65 Mokl SERLE
2], ACS . ST hHAELLAEE L IE ST ERAGMEEGRER I OB S, ThUSt
DEFIFEETBIERICOEIN, [FERFET. aBE)RI X I7HEaA VAT
m—/L (high density lipoprotein-cholesterol: HDL-C) <40 mg/dL, LDL-C > 140 mg/dL.
JEZepE R ERERS > 150 mg/dL, o IXEERFEEORAEL L TER LT,

2-3. OCT g D HfS L AT



TEENR AL — LR IIEEARA T v N EERNC B Y YV E R 100~200 pg
Z FEARIIZ B 54 . C7-XROCT (Intravascular Imaging System; St. Jude Medical, St Paul,
Minnesota, USA) % AW\ CEAEREDFEENR T 7 — 7 25l L7z, T X CTOERIE, 47
SA4LVEMAY 7 RY =7 (St Jude Medical) Z A L CHHr Liz, EMEME I UEER
ASHFIZ. 02 mm BB CTIT o7, BEIRT 7 —7 OFREIL. I E CITHEL S &g
Z B\ CEEE L72[9][10], BAEMBIEDE S1X, K HEWES % 3EREIE L., £ D
fE%H L7-. Thin-cap fibroatheroma (TCFA) I, AEEDINA 90°LL L, BRHEVERRR D
E &M 65um REDTF— 7 LER L, v~/ vy 7 —VOERET, ERIMROE TR
AL D IR IE O A L LT2[10], MU X, OCT EgickW T b3 7
L — AEET AHERR 50~100 pm O/NSARBWAREIIEREE S L TEE L[],
oL AT a— UL, EEOREN R EREORVARR TEVWEER L EE LT2[12]
FIRAGIZ. BEARER TR LN R —REREIMEFOZ LWERE ER LT,
BER A IRAEIE. 90 kil H#E < FIKIL & LTER LT-[13], EEARKIE, Ml
180°LL EDOARIL & B LT-[14], MmidiZ, TEIRAEREICMAE. EITRENICE
WL7-EE250um 282 AEEE LTER L9, 15].

2-4. FEFHEAT

BT EE HAEYE(RZE TF L. Studentt 2 7E F 721X Mann-Whitney U 1€ & FV>
THBE L, ZHOBBIIRELEETEL, R RETHE L, FH B#&IZH1J 5 LDL-
CEBLUOTXLVAROESIZLLZEMLHRED OCT FTROBEZRASDHIT,
Cochran-Armitage B4 E 35 & T Jonckheere-Terpstra {EIAIRE % A L7z, #MEHFEE
B30 p H 0.05 A & EE L7z, HEHAEHTIZ. JMP version 13 software (SAS Institute,
Cary, NC, USA) 33 £ 0" SPSS version 24 software (IBM SPSS, Chicago, IL, USA) =AW
76

3. FER
3-1. BEEXR

ARFZECIE, &5 386 (6.7%) 7 FH & W&z, FH OF EIZ X SRR Z
=1 BIOHWRE 1 ITTYT, TERBLEOEAMT. AEEZboTERY (p<0.001),
FH B Cl3dE FH #E Ll L TETBHIMREOEENARICEN -T2 (71.9vs.0%), L=
a—[OEEEHET, FHE TIEFH TRVWEBICHARFEEIZE o7 (522 £ 132 vs.
57.1 £ 12.4%, p=0.028), PCI TR O MEKHREF AR 2 BLUWER 11277, LDL-C
fEIZ FHEECIZ FH 2 LEEICHANBRICHEME TH -7 (119.9£45.9 vs. 97.0 + 35.2mg/dL,
p=0.003),

3-2. FH BE BT 2 BEEREOEEIRT 7 — 7 ik
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EEFRLEDOHEERT T — 2 % OCT TR LI-BRER IR, v/ rn7 7 —UN
#ERELT-7T7— 7 OFRRIT FH B TIIIE FH B L 0 ZVERBRD bz (50.0 vs.
34.7%, p=0.056), —7F7. FIRALDOEREIX FH B CTIEIE FH BT LR TOR\WMER 2358
5T (71.1vs. 82.1%, p=0.091), JEEMEY 7 —2 . TCFA. fUhmE . Mz, = LA
Fo—LEREESDMOREET T —7 OARRIIWE CRERE ChoTz, BEERE
DOESIZFHEEOFNIEFHEE LV A BEIZED - 72(28.1 vs. 33.2 mm, p=0.016), ACS
BE REFSBRERBRELZZINTNXGE LEBELREOREEIRT 7 — 7 BT,
WRE2 3IRT., REFBRERBEDOT T, v /a7y —VERBREMNEI T T—7
DEFRIT, JEFHELIY b FHECTARICE 272 (51.7 vs. 32.2%, p=0.032),

3-3.FH BR& 281} 5 LDL i & wEBIR T 7 — 7 HIR & DB
FH BE %381, EREDOTERT 7 — 7 k% LDL-C fED 3 /A T L7z
(X 4. %23 4), FHEETIL, LDL-C fED LRI, BB 77— (p=0.028) &
TCFA (p=0.003) OHEFRENFEITHEML I,

3-4. FH BBEIZBIT % ATT & &EE3RS 7 — 7 PRIk & o BEE
FH BE 252810, BEEFRLEOFEART T — 7 k% ATT © 3 e Lz (X
5. WEFES)., ATTICEAREES T —7 OFRBIZEITRO N1,

4. BE

AFEOERERIITROATH S, (DEMEHEDORSIZFHEOH3EFHEELY
LEEICE T, Qv u 7y —UNER LT T — 7 OFFREIL, FHEDTHE
FH 2 I v L BVMERNR O, 3)FH BETix. LDL-C fED LRIV, FEWRTZ
— 27 & TCFA OFRENEEITHEM LT,

4-1.FH B BT 2 BEREORER S 7 — 27 DAL EN

WL OMDFEITIFFE T, FH BE L EERY 7 — 27 ORI W THRE SN TV D,
Sugrue 5%, FH BE O FBAREZRERN RICK T 2 B8 A L2[4]. #5613, FH &
ZIIEFH BE LV b EFRHFLOHEENFARICE NI L 2HE Lz, £/, Pang b
3. FEIR CT 2 AW IR REZHE L TW5, # 51X, FH OBEETFEREDH DA
Fix. Ehr~ o F I ABELRE L, EXSHTOEEBRT 7 — 7 BEHEERE
T EHE LB, 2N ORTRIX. FH BE L IEFH BF TEEREDOMANERY |
FH B#F CEFHMORENE N LWV I Fx OFTR L —&T 5, EEHEMITEEIROF
TELEL RV TH A0, FH BEITOEAMEE VS L0 iX, BRI TREWVE
MICTT— 7 NTERLTVDONS LR, £/, A TIE. FH B%& Ti33E FH &
X0 BRILOERENEVVERARD Sz, ZHUXFHBEDOT T — 27 ORI
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VCEAMEORRILT T —2 Tidel . BEFRIEESE Y7 —7 Th 2 sett 2R L T
W5, SEOHEDOL I —H>OBEEARFRIZ, v 7u7 7y —VOEBLET T —70OF
RS FH B CIXEFH BE LV SWVERARALNEZZ L THD, v/rT77—ViF
S o7 A B BMEMEIE S IEE(L L, FD%O ACS OREICHLIREE ZHED Z
EARHE SN TWA[L6,17], ARFZETiX, FH B3 & 3E FH & O hsCRP EOHEZEIL
RENARNSEM, FH BEOEEFRLE CRAEHRMIRORITEENTTEL T1DH 2 L
B LTVWADE LIV, ERE, OCT Efg % AW -ErO#E Tld. ACS ZHRIE
L7 FHREDEFBWMFLE I~/ n 7 7 —VOERL L bICIEERT 7 —7 BMFET
5L BRREINTVBS], BEERRR T3, BEHHOEEHEOEBRE I/ n T 77—
DERBLETT—/DOREEEORICEERMARERRADH D Z ARSI NTNS[18],
L7785 T. LDL-C BEOBREHENEVFHBEIX, ~/u 77— VERBEZMHEITT
— 7 DEFRENEVER & 72 o - REMEN H 5, FH BE ORFTE L Oay ORIERRE
ERtg L LIFRIC L 0. FH B T3 25 RIBBEO MRS BT S LD,

4-2. FH #2817 % LDL-C i & BWERREZE T 7 — 7 & DBEE

WL OO EITHZR T, FH BEICBT B LMEA X hOFEL, ZRITHTD
LDL-C DEEREE STV B[19, 20], Silva HiZ, FH BEIZEIT 2 1| FEO.LILE
SRy NRERFRIAXICHEE L, BH1E, DIEA XY FERELZBEZEDON—R
S A > ® LDL-C fEIX, LB A N N EFRIE L720> 72 BE O LDL-CEL YD b 29%%
W E R L72[19], LDL-C 237\ FH BE TLIME A XY hA@mWERE & LT, EEik
REDEITNE 2 B D, Neefles biT, FENR CT & A\ TEEFEM FH B O EEIAR
75— BPE L, 51T, FH B#FIL LDL-C [E & EERERORE L OMICEER
EEAH D 2 L BHE L TWAR1], AR TIX, FH B&EICHBVW T, LDL-C EAFEW
3L FEIROELFLEICIEE M T T — 7 %2 TCFA ORAEE O LRICHEERBEN S
B L ER L, TCFA LT T — 7 B ORBRRZE LBk ST Y . AWFZEIE LDL-C
MWEUW FH BEIL. 77— 7B LT W L ERIEB L TWVWA[22], AHFFER &
VST DORR L b TE 25 L. FH BEIIOLDMERBO U A7 @m0, KT
LDL-C fEN B\ FH B# 13, BERICRLET 7—7 %% <AL, LIEA X bDY
2 PBHTENEEZOND, SEOMZEICMA, EEEESN- LDL-C RHEEL
FHIREBREOREELXTAE LM E21TH> ZLI2L V. LDL-C LEERT 7 —7 D
YELT - HEOMHEIZOW TS LRMEELHF LMD LRV,

5. HFRDORR

KRRV DDRANRH D, 1) AFFRITEMXICRIT 2% A EBERR T
$»%, OCT #FA\VT PCl 22 F-BEHOTBEIVERBEZRHL TR THTER
NA T RCRDLAEERD D, £~ IO TMITHENZITo-BELE T2 EDDT
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TRV, Z0EbFE, BN, T AEB B ITAEEMENH D, 2) FH OZENTE
GFBREBEEITDRP-722 L Thb, 3)ATT & X BREBGOLTIFMEL-Z & TH D,
7L AEOE S IEERREBIIHE S THHE LM, RIFFRICHIT S FH OEEIR,
L OBFFR[23. 24| DEERENICZ T ENTZ b D XD bED 272, 4) TxIZAZ T2 OFEE,
BREE . VARSI E. IEER THRIEOEMICET AT —Z ZEL TV, ZTbHD
ER T FEIRT T — 7 OMERICEELE X 0D L, REIC. SEOHFEE T
FH BEICERNR T T — 7 2t E C& en o, BERIZENTRVA, OCT
TEBEENE WD, BEGFII T — 7 RBIRESND, TDI &2, FHICRKRE
BT T — 7 ORSE REL LT-FREEND D, TD7D, FH IZERNRT 7 —7 O
A B S NCT AT DT MO MERA A=V 7 EANWE I LROPIENLET
»Hb,

6. #IE

FH BBZ 13FEFH BE LB L C AL ET 7 — 7 OFRBICEREITRO R o7,
FH B2# 3. LDL-C ERBWI L., REET T —7 OFAREVRE N> T2, SEOBIED
5. FH B& O F CTH4IZ LDL-C A&\ FH BE I T 2 E TR IEEE TREDEE
HEREBICEE-T-.

7. Wi
BE A BIChT ) AR TERE R 2 & & Ui, AZERENRE [
R, FMEDER . EAETEBICE < EALR L BT ET
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10. X3k

£1. BEER
FH (+) FH (-)
HH pfE
n=38 n =531
i, R 66.1+12.1 69.0+10.5 0213
B n (%) 32(84.2) 418 (78.7) 0.421
BMI, kg/m? 248+327 24.5+8.56 0.233
EEmE, n (%) ;0.001
ERITITR 17 (44.7) 306 (57.6)
FEEIRERL 6(15.8) 74 (13.9)
FEEhk 12 (31.6) 149 (28.1)
EEEE 3(7.9) 2(0)
BT R, n (%) 9(23.7) 134 (25.2) 0.831
ZAIREE, n (%) 27 (71.1) 307 (57.8) 0.109
TEAEREF, n (%)
B EE 22 (57.9) 383 (72.1) 0.061
IEEREE 28 (73.7) 313 (58.9) 0.073
FERR IS 19 (50.0) 241 (45.4) 0.581
W2 [E 8(21.1) 104 (19.6) 0.880
BB (eGFR < 60) 22 (57.9) 261 (49.2) 0.298
DEEEDBEE 14 (36.8) 148 (27.9) 0.243
PCI DEEE 21(55.3) 216 (40.7) 0.082
CABG DEEfE 0(0) 112.1) 0.369
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L a— EEEHE % 522+132 57.1+12.4 0.028

PIARZE, n (%)
ACE inhibitor/ ARB 29 (76.3) 337 (63.5) 0.113
B T 24 (63.2) 247 (46.5) 0.048
LRy 3(7.9) 47 (8.9) 0.835
RBF 32(84.2) 389 (73.3) 0.142
T¥FIT 10 (26.3) 31(5.8) <0.001

ACE, angiotensin-converting enzyme, ARB, angiotensin II receptor blocker; BMI, body mass index; CABG, coronary artery bypass

grafting; eGFR, estimated glomerular filtration rate; FH, familial hypercholesterolemia; PCI, percutaneous coronary intervention.
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% 2. MEKRE

FH (+) FH (-)
HHE pfE
n=38 n=531
HbAlc, % 6.62+1.15 6.49+1.12 0.378
LDL-C, mg/dL 119.9+459 97.0+352 0.003
HDL-C, mg/dL 53.6+163 51.8+15.8 0.478
FUZUEY R, mg/dL 144.5[99.0, 203 3] 124 [85,179] 0.117
7 L7 F=v, mgdL 0.98[0.82, 1.13] 0.95[0.8,1.13] 0.757
eGFR, ml/min/1.73 m? 56.0 [50.5, 69.3] 59.0 [47.0, 70.0] 0.925
BIRE C RISMEH, mg/dL 0.16 [0.05, 0.67] 0.11[0.05, 0.33] 0.174
BNP, pg/mL 102.5 [50.8, 234.9] 882 [31.2,2289] 0.447

BNP, b-type natriuretic peptide, eGFR, estimated glomerular filtration rate; FH, familial hypercholesterolemia; HbAlc, glycosylated

hemoglobin; HDL-C, high density lipoprotein-cholesterol; LDL-C, low density lipoprotein-cholesterol.
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R 3EMEFRECBIT BEBIRT 7 — 7 O OCT fITRER

FH (+) FH (-)
HH p &
n=38 n=531
TEPERIREAE, n (%)
BT 7—7 19 (50.0) 208 (39.2) 0.188
TCFA 7(18.4) 115(21.7) 0.639
S EA=VA LS 19 (50.0) 184 (34.7) 0.056
g 10 (26.3) 121 (22.8) 0.622
AIRAL 27(71.1) 436 (82.1) 0.091
HERRKL 13 (34.2) 247 (46.5) 0.141
BERA IR AL 26 (68.4) 421 (79.3) 0.115
ke 4(10.5) 69 (13.0) 0.657
a VAT a— /LS 7(18.4) 95 (17.9) 0.947
EEAIFHE
RKRIEEA,° 257.1+75.1 281.4+749 0.238
HRAHEMEREIE DR &, pm 1042+61.1 853+54.8 0.081
TR ML R, mm? 478+2.53 4.82+294 0.842
EALXT R MERE, mm 2.38+0.64 238067 0.818
AL Skt 52 1 T AR, mm? 6.97+2.66 7.07+2.88 0.951
IALA R M E R, mm 2.92+0.56 2.93+0.59 0.985
B/NAFEERE, mm? 1.43+0.66 1.44+0.73 0.904
Bo/NRERE, mm 1.31+£0.28 1.30+0.30 0.820
EFERAER, % 749+7.12 74.1+10.8 0.964
JRZ &, mm 28.1+16.0 33.2+14.0 0.016

FH, familial hypercholesterolemia, OCT, optical coherence tomography; TCFA, thin cap fibroatheroma.
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X 1. AFFEO7 @ —F ¥ — b

201651AH52019438
PCIZEITESNIEES
n=1137 BHEE
OCTZERURD D IEESE:
n = 465
OCTZERUPCINIThNIZES
n =672
[F33C1=]
27> MBE: n = 84
EEEBDJzhEERAEE: n = 19
FRARHNRES
n =569
FH (+) FH (-)
n =38 n =531

FH, familial hypercholesterolemia; OCT, optical coherence tomography: PCL percutaneous coronary intervention.

[X] 2. FH Ol

DHEEBZ S PHEEI DRI ZHEE2DRIZT SHEE3DRET
n =403 n=128 n=38 n=0
(70.8%) (22.5%) (6.7%) (0%)
DL-C 7L ARIEE TR LDL-CE FELAREER DL-C
n=57 n=38 1 n=33 FFLAREE ERIEE ERIRE
(10%) (6.7%) (5.8%) n=25 n=7 n=6
(4.4%) (1.2%) (1.1%)

FH, familial hypercholesterolemia; LDL-C, low density lipoprotein-cholesterol.

[2 3. FH #4(231F % LDL-C f#iZ & 2 F{THHZ O OCT A il

(A) BBEEETS5—2 (B) TCFA
%
( ) prrend = 0.028 (%) phend = 0.003
80 80
60 60
i b
& 40 & 40
T, T 20
0 0 | Exarer
Lower LDL-C  Mid LDL-C Higher LDL-C Lower LDL-C Mid LDL-C Higher LDL-C
(©zv077-> (D) BmE
(%) prend = 0,161 (%) prrend = 0,566
80 80
60 60
# s
e 40 £ 40
£ 5 LY . - -
0 0
Lower LDL-C  Mid LDL-C Higher LDL-C Lower LDL-C Mid LDL-C Higher LDL-C

FH, familial hypercholesterolemia; LDL-C, low density lipoprotein-cholesterol; OCT, optical coherence tomography; TCFA, thin cap

fibroatheroma.
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[X 4. FH B #I2H1F 5 ATT (2 X 2 =T D OCT A i

(A) BEEEIET S~
(%)
80
60
40
20
0o

ptrend = 0,991

aHRE

Thinner ATT  Mid ATT  Thicker ATT

©)xo0I77-<
(%)
80
60
40
20
0

ptrend = 0,690

aRE

Thinner ATT  Mid ATT  Thicker ATT

ATT, Achilles tendon thickness; FH, familialhypercholesterolemia; OCT, optical coherence tomography; TCFA, thin cap fibroatheroma.

(B) TCFA
(%)
80
60
40
20 -
0
Thinner ATT  Mid ATT  Thicker ATT
(D) B
(%)
80
60

40
20
0

Thinner ATT  Mid ATT  Thicker ATT

prend = 0.472

aRE

prend = 0,566

R
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WMEER 1 BEER

FH (+) FH (-)
HE p fE
n=38 n =531
At R BOFRE, n (%) 12 (31.6) 119 (22.4) 0.234
EHT, n (%) 3(7.9) 59(11.1) 0.539
WARZE, n (%)
Ca P 9(23.7) 170 (32.0) 0.282
DPP4I 7(18.4) 141 (26.6) 0.267
SGLT2I 3(7.9) 27(5.1) 0.456
TAEY v 28 (73.7) 376 (70.8) 0.719
Fr )Y Tr 20 (52.6) 295 (55.6) 0.717
A Py M= FIL 8 (21.1) 20(3.8) <0.001
MiRBRE
EPA, mg/dL 80.8+59.7 63.0+43.4 0.200
AA, mg/dL 213.1+59.9 182.9+54.6 0.003
EPA/AA 0.44+0.39 0.37+0.30 0.870

AA, arachidonic acid; DPP4I, dipeptidyl peptidase-4 inhibitor; EPA, eicosapentaenoic acid; FH, familial hypercholesterolemia; SGLT2I,

sodium glucose cotransporter 2 inhibitor.
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FER 2.ACS IR} 5 FH BE OEERED OCT EITHER

FH(+) FH(-)
HH p value
n=9 n =134
TEMERIFEA, n (%)
e 7—7 6 (66.7) 70 (52.2) 0.401
TCFA 3(33.3) 52 (38.8) 0.744
A=A 4 (44.4) 56 (41.8) 0.876
/i 1(11.1) 23(172) 0.638
AIRAL 7(77.8) 106 (79.1) 0.925
BIEFRKIL 4 (44.4) 49 (36.6) 0.636
BERIRAL 7(77.8) 105 (78.4) 0.967
ik 3(33.3) 48 (35.8) 0.880
a2 L RT a— L 2(222) 27(20.3) 0.890
EEHIFEE
RKRIEEA,° 308.8+51.7 318.8+53.1 0.689
MR DR &, um 91.7+58.8 75.1+49.6 0.276
BENLx 5 ML E A, mm? 428+235 5.68+3.57 0.266
FBALXI SR ME R, mm 224+0.66 2.58+0.75 0.269
IEAL %52 1M B T AE, mm? 735+285 8.06 = 3.07 0.457
AL M E R, mm 3.01+0.57 3.12+0.64 0.521
B/NAREERE, mm? 1.32+£0.64 1.43 £0.82 0.745
B/ AREE, mm 1.26+0.29 1.28+0.33 0.820
EFEIRAER, % 76.3 +7.66 77.6+10.9 0.416
AR, mm 292+13.8 314%135 0.601

ACS, acute coronary syndrome; FH, familial hypercholesterolemia; OCT, optical coherence tomography; TCFA, thin cap fibroatheroma.
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WER 3. RETHIERICRT S FH BEOEERED OCT fRHTHR

FH(+) FH(-)
HE p fE
n=29 n =397
TEPERIREAE, n (%)
BEET7—7 13 (44.8) 138 (34.8) 0.274
TCFA 4(13.8) 63 (15.9) 0.767
< ru7y— 15(51.7) 128 (32.2) 0.032
& 9(31.0) 98 (24.8) 0.452
HIRAL 20 (69.0) 330 (83.1) 0.055
BEERKIL 9(31.0) 198 (49.9) 0.050
BRIRIK AL 19 (65.5) 316 (79.6) 0.074
ik 1(3.5) 21(5.3) 0.663
a L RF u— /L 5(17.2) 68 (17.2) 0.997
T ERIFEE
BKRAEEA,° 233.6+73.8 263.7+77.3 0.256
AHEMEIEDE X, pm 110.0 £ 63.6 90.8 + 56.8 0.194
AL M EFE, mm? 4.94+2.60 454 +2.64 0.359
EALH R MERE, mm 2.42+0.64 2.31+0.63 0.344
IEAL %5 M FFE, mm? 6.85+2.64 6.74+2.73 0.657
AL M AR, mm 2.89+0.57 287057 0.658
B/ APEERE, mm? 1.47+0.67 1.45+0.70 0.728
F/NARER, mm 1.33+£0.28 1.31+028 0.704
EFRIRZER, % 74.5+7.03 72.9+10.6 0.664
2R, mm 278+169 33.8+142 0.011

FH, familial hypercholesterolemia; LDL-C, low density lipoprotein-cholesterol; OCT, optical coherence tomography; TCFA, thin cap

fibroatheroma.
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2%k 4. FH BF|23817 5 LDL-C {EIZ £ 2 EERED OCT MEHTHE R

Lower LDL-C Mid LDL-C Higher LDL-C
HAH P value
n=12 n=13 n=13
TEPERIEHE, n (%)
EEMETT—7 3(25.0) 7(53.8) 9(69.2) 0.028
TCFA 0(0) 1(7.7) 6 (46.2) 0.003
v a7y — 8 (66.7) 6 (46.2) 5(38.5) 0.161
(- dNIIK] 4(33.3) 3(23.1) 3(23.1) 0.566
EREA KL 7(58.3) 4(30.8) 2(15.4) 0.024
BERIR AL, 11(91.7) 8 (61.5) 6(46.2) 0.014
e 1(83) 1(7.7) 2(15.4) 0.560
a L RTF a— RS 2(16.7) 1(7.7) 4(30.8) 0.349
T ERFEE
EREEEA,° 249.0 224.7£67.6 283.4+84.4 0.228
BHEMEIE DR &, pm 86.7 462 142.9+67.0 80.0+49.2 0.180
ERRIRZER, % 723+6.57 75.3 £5.60 772+ 8.66 0.074
R &, mm 288+19.5 326+17.0 227+929 0.676

FH, familial hypercholesterolemia; LDL-C, low density lipoprotein-cholesterol; OCT, optical coherence tomography; TCFA, thin cap

fibroatheroma.
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MEE S FHBEICBIT 3 ATTIZ X 3 EERZED OCT fEHTER

Thinner ATT Mid ATT Thicker ATT
HE P value
n=11 n=13 n=13
TEPERIFEAE, n (%)

SEMETT— 7 5(45.5) 8 (61.5) 6 (46.2) 0.991
TCFA 3(27.3) 2(15.4) 2(154) 0.472
a7y — 6 (54.5) 6(46.2) 6 (46.2) 0.690
Mg 5(45.5) 2(15.4) 3(23.1) 0.242
EREAKAL 2(182) 3(23.1) 7(53.8) 0.057
BERIKAE 8 (72.7) 8(61.5) 9 (61.5) 0.878
e 1(9.1) 3(23.1) 0(0) 0.423
a L AT a— ViEE 19.1) 3(23.1) 3(23.1) 0.397

TE BT
RKRAEEA,° 209.0 £62.1 261.5+91.2 289.4+ 462 0.131
AR OE X, pm 104.0+£63.9 133.8+£68.0 65.0+217 0.176
EFERAER, % 73.8+8.18 76.5+5.37 742 +831 0.771
JRZ R, mm 26.1+17.1 33.7+185 23.1+110 0.706

ATT,Achilles tendon thickness; FH, familial hypercholesterolemia; OCT, optical coherence tomography; TCFA, thin cap fibroatheroma.
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MEM1LXBEETOT XL AROBE

7 ¥ U RRENEEOFH I X SEHUE G TIT 72, XMEEE, 744 A ECHZ G2 mEICES,

ETRE Lz, M7 % L AROFIHRRIT, B TR Z bR IO R RILE S THE L7z,
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